






















































































TGL ６）、8ヶ月齢（TGH ７, TGL ８）、12ヶ月














































スモノクローナル抗体（RAM11, DAKO Corp, 
USA）８)および抗ヒトα-smooth muscle actin抗
体（1A4, DAKO A/S, Denmark）９)を用いて免疫
染色した。各抗体を500倍希釈し室温で60分間
インキュベート後、アビジン-ビオチン酵素複
合 体 法（Vectastain Elite ABC kit (PK-6102, 
Vector Laboratories, INC., USA)）を用い、ペル
オキシダーゼ活性は、3,3’-ジアミノベンジジ



























































































た（４ヶ月齢； 154±38 vs 71±19μｍ、8ヶ月




















は無かった（４ヶ月齢； 41±11 vs 96±14μｍ、







































16.0±2.4 vs 24.2±2.4％、コラーゲン； 25.3± 
2.1 vs 33.5±2.5％）（図５Ｅ，Ｆ）が、８ヶ月齢
では逆にTGHの方が占拠率が高かった（平滑筋













22.9±5.6 vs 32.2±5.4％、8ヶ月齢； 8.6±2.6 
vs 7.3±1.4％、12ヶ月齢； 3.1±1.5 vs 4.9±2.4 





2.6 vs 17.2±2.9％、８ヶ月齢；6.5±1.0 vs 5.7 
±1.8％、12ヶ月齢；5.4±1.3 vs 5.0±0.8％、 














レステロール；1049±100 vs 897±55 mg/dl, ト
リグリセリド 756±33 vs 799±51）（表２）。大動
脈内腔表面に対するプラーク面積（大動脈全体
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Background : Hypertriglyceridemia relates to progression of atherosclerosis. We have 
segregated two lines of heritable hypertriglyceridemic rabbits from WHHL (Watanabe 
heritable hyperlipidemic) rabbits; one with extremely high (TG>500 mg/dl; TGH 
strain) and the other with low level of hypertriglyceridemia (TG<250 mg/dl; TGL 
strain). We examined whether diferent levels of hypertriglyceridemia modifies 
progression of atherosclerosis macro- and microscopicaly. 
Methods and Results : Twenty-one TGH and 20 TGL rabbits were used for lipid 
analysis and morphometry of atherosclerosis at 4, 8, and 12 months old. Plaque width 
(% of luminal surface) and thickness of the aorta, and percent stenosis of coronary 
artery progressed age-dependently during 4 to 12 months old in both TGH and TGL 
rabbits. Plaque located preferentialy around the arch in TGH rabbits and evenly along 
the aorta in TGL rabbits. A core of the plaque included a cluster of macrophage-derived 
form cels and cholesterol crystals in case of the aorta and was fibromuscular 
proliferation at the site of coronary stenosis. Preferential localization of the plaque 
toward the aortic arch of an inbred strain of TGH remained in F2 generation. 
Conclusions : Atherosclerotic plaque expands along the aorta or coronary arteries in 
combined hyperlipidemic models and a high level of hypertriglyceridemia modifies the 
regional distribution of plaque toward the aortic arch.
Key words : WHHL rabbit, selective inbreeding, hyperlipidemia, plaque distribution
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